tectable in the SCN, suggesting that MOP4 is not essen-
circadian entrainment directly. However, it has been suggested that the same photoreceptive pathway that mediates photic entrainment also contributes to "masking" (Mrosovsky et al., 1999) . Masking is an environtial for central timekeeping. However, MOP4 can bind to either BMAL1 or BMAL2 to form transcriptionally active mental perturbation that conceals or distorts an overt rhythm, often without affecting the underlying circadian complexes. Therefore, MOP4, like BMAL2, remains a candidate peripheral oscillator component. candidates have been unearthed recently by "data-mining" the human genome using sequence homology searches (Clayton et al., 2001 ). Genetic analysis of FASPS could verify whether these or previously discovered genes are important for human circadian rhythms. A genetic approach may also lead to the discovery of novel genes, providing new insights into mammalian clock mechanisms. New vistas opened by human genetic tools can then be more finely explored using laboratory animals, such as transgenic or "knockin" mice made to recapitulate the human mutations.
Circadian clock research in mammals is now entering the "post-genomic" era. And it seems certain that circadian biologists, poised with microarrays in hand, will continue to have the time of their lives for some time to come.
